In 1963 Becker and Mills ' demonstrated that a proportion of normal individuals showed a rise in intraocular pressure after the topical administration of corticosteroids (steroid responders). This response was more common in close relatives of patients with open-angle glaucoma, and this hypertensive phenomenon has proved a useful technique in studying the inheritance of this condition.2-3 Armaly4 and Becker and Hahn' hypothesised that the intraocular pressure response to topical corticosteroids is inherited in an autosomal recessive manner. They based their conclusions on the finding of three levels of response that corresponded to the homozygous positive (high responder), homozygous negative (low responder), and heterozygous (intermediate responder) states '5 on the other hand, showed that fluorometholone raised the intraocular pressure significantly in a number ofcorticosteroid responders. We were unable to find any reference in the literature to studies on close relatives of patients with glaucoma who had been shown to develop a high intraocular pressure after the administration of dexamethasone. We considered that if such a group of steroid sensitive individuals manifested no increase in intraocular pressure after the administration of fluorometholone it would be a significant finding.
Patients and methods
A large family with an established dominant form of chronic simple glaucoma was available to us for testing (Fig. 2) . From a pedigree of 65 members six persons suffered from open-angle glaucoma. Eighteen unaffected members of the family were tested for steroid responsiveness using the method described by Becker et al.3 that is, dexamethasone 0.1% four times a day for six weeks. A low response was recorded as less than 20 mmHg, an intermediate response as 20 to 30 mmHg, and a high response as greater than 31 mmHg. Of the 18 individuals tested 15 attended for follow up, FLUOROMETHOLONE and of these eight (44-5%) were high responders, 6 (33-3%) were intermediate, and one (5.5%) was a low responder (Fig. 3) . The high and intermediate responders were tested with fluorometholone to assess its effect on intraocular pressure. Seven (14 eyes) of the eight high responders were available for testing and three (6 eyes) of the intermediate responders. Informed consent was obtained from all patients. Each patient was examined by one person (E.M.) and a mean of three intraocular pressure measurements taken as the baseline pressure. Fluorometholone (0-1%) was prescribed four times a day for six weeks and the intraocular pressure reassessed as described above. Excellent drug compliance was obtained in all patients.
Results
Three of seven patients categorised as high corticosteroid responders had a rise in intraocular pressure in both eyes six weeks after the instillation of fluorometholone drops (Fig. 4) . Two patients (four eyes) had a small increase in intraocular pressure in comparison with the response to dexamethasone, but one patient (two eyes) had a significant increase comparable with the response obtained with dexamethasone.
None of the patients graded as intermediate (Fig. 5) . Two patients complained of an unpleasant taste in the mouth that persisted for 1 to 2 hours after instillation of the drops. All patients, with one exception, volunteered that the fluorometholone drops were more irritant to their eyes than dexamethasone drops.
Discussion
Known corticosteroid responders who are the first degree relatives of patients with glaucoma are probably the most sensitive group to test the ocular hypertensive properties of a steroid preparation. The pedigree of patients with dominant open-angle glaucoma described in this report was sufficiently large to allow the identification of several corticosteroid responders, most of whom were categorised as high responders. The result oftesting these patients with dexamethasone correlated closely with the hypothesis of Becker and Armaly of an autosomal recessive-type inheritance of steroid responsiveness.
Tests with fluorometholone showed that the majority of the high steroid responders in the study did not demonstrate a significant rise in intraocular pressure. Two patients (four eyes) had a slight rise above normal, and one patient (two eyes) developed an intraocular pressure comparable with that induced by dexamethasone. None ofthe intermediate responders showed any abnormal rise in intraocular pressure with fluorometholone.
These results provide further evidence that fluorometholone has a much less pronounced ocular hypertensive effect than dexamethasone. The finding that seven of eight high corticosteroid responders were not affected by-fluorometholone is significant and suggests that fluorometholone is unlikely to induce a serious rise in intraocular pressure in the vast majority of patients. Nevertheless, one high responder did show a rise comparable with that produced by dexamethasone, which shows that some caution must still be exercised when using this drug particularly in susceptible individuals. 
